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In the case of the other tests, a carrier of nontoxigenic diphtheria and a carrier of typhoid were detected by screening during the past five years in Newcastle. Detailed information was not, however, kept on the origin and outcome of these infections. It is thought not to be worth while taking throat swabs from asymptomatic children who have been in a tropical country for eight weeks or more, and routine screening may not even avert rare cases of toxigenic diphtheria (N Noah, personal communication, 1988) .
Varying periods of between eight weeks and six months abroad appear to be chosen as conveying a higher risk of contracting one of the target infectious diseases. Alternatively, tests are sometimes applied only to children coming to Britain for the first time. Why should a particular period be chosen? The influencing factors seem to be (a) the usual length of package holidays (under four weeks) and (b) the time needed to contract tuberculosis. Typhoid and diphtheria could be contracted on a very short holiday, but at least several weeks of exposure would be required for tuberculosis. An arbitrary decision must therefore be taken on the length of the period of risk. We suggest eight weeks because it is hallowed by usage and there seems to be no strong rationale for change.
The possible adverse effects of screening children on their return from overseas are that it stigmatises children from ethnic minorities as unhealthy or unhygienic and keeps them away from school at an important period of settling in.
CONCLUSIONS
Our review of screening for infections in children entering Britain from overseas shows that there is a wide variation in screening policies around the country with no national consensus. Screening for tuberculosis is, however, supported by many authorities, is widely practised, and is probably effective, being mainly of value to the child screened. On the other hand, screening for diphtheria, typhoid, and salmonella is hard to justify and is probably not effective. There is therefore a strong case for rationalising screening, concentrating on the detection of tuberculosis. We should also ensure that advice on prevention of disease is readily available to families before they travel abroad.
We have initiated the following procedure in Newcastle, which we recommend as a national policy. This guidance applies to children entering the education system after spending over eight weeks in a tropical country (Asia, the Far East, Africa, and south America).
(1) The school nurse will interview the family before the child starts school and review the child's health followed by a Heaf test and BCG if this is negative. Some children, however, will have already started school and the family will therefore be interviewed as soon as possible.
(2) The child will normally start school as soon as the interview has been done, provided no symptoms of serious infection have been found-for example, severe sore throat, fever, chronic cough, loss of weight. 
At necropsy a subpleural aspergillus abscess was found in the right lung and two fungal microabscesses in the brain. A healed vasculitis was seen in the kidneys. Death was due to disseminated aspergillosis. Discussion We have described three patients who were receiving standard immunosuppressive treatment with high dose corticosteroids and cyclophosphamide for presumed vasculitis. Two died from invasive aspergillosis, and in the third it was an important contributory factor to the patient's death. In all three cases invasive aspergillosis was diagnosed only retrospectively, although the diagnosis was considered in one.
During their hospital admissions from July 1988 to January 1989 they started taking immunosuppressive treatment, and we believe that they first contracted aspergillosis shortly after that. Construction work and demolition of hospital buildings, including the old kitchens, was occurring from June 1988 to March 1989 on a site adjacent to the medical ward where all three were nursed. This ward had no special ventilation system, and many of the windows were ill fitting at the time and could not be closed completely. None of the patients in an oncology ward situated more than 90 metres away (with properly fitting windows) developed aspergillosis, although they also received empirical antifungal treatment when appropriate.
During the 18 months before this outbreak there were no recorded cases of aspergillosis at this hospital and there were none in our unit in the preceding 10 years. At no time was there sustained neutropenia (cell count <1 x 109/1) in any of the reported patients, nor was aspergillus isolated from the sputum of any patients. Although we have no conclusive proof that the demolition and construction work was the cause of this outbreak of aspergillosis, we believe that the evidence above is highly suggestive of an association.
The risk of developing infection with aspergillus is directly related to the length of exposure to the organism. Nosocomial infection is well documented and is particularly associated with hospital construction work.4' 8 Independent risk factors for infection are prolonged neutropenia, with the risk increasing exponentially in those in whom neutropenia exceeds 14 days,9 and exposure to high dose corticosteroids.'°T he role of antibiotics remains uncertain. '0 'I Invasive aspergillosis can be prevented by avoiding exposure to high aspergillus counts. This is achieved by nursing susceptible patients in areas of controlled laminar airflow or where there is high efficiency particulate air (HEPA) filtration. The effectiveness of these measures is well documented'2 and is demonstrated by nosocomial outbreaks of invasive aspergillosis when these measures fail or are inadequate.68
Although the empirical use of antibiotics and antifungal agents in immunocompromised hosts is common,3 '3 '4 the role of prophylactic antifungal agents has yet to be established. Some studies suggest that the incidence of aspergillosis and other fungal infections is reduced with prophylactic itraconazole or ketoconazole. " Others have suggested that although in vitro activity can be shown, the practical benefit of this is marginal. 6 Empirical antifungal therapy with amphotericin is usually avoided in patients with severe renal failure. The role ofitraconazole in such patients is still being evaluated, but it will probably prove to be a valuable alternative. Although invasive aspergillosis is well recognised in bone marrow and renal transplant units, discussion with our general medical colleagues has led us to believe that it is not perceived as a great problem in other groups of patients. We recommend increased awareness and vigilance in any patient receiving immunosuppressive agents, including high dose corticosteroids alone, particularly if there is demolition or building work occurring nearby. In these circumstances the use of specialised air filtration systems and empirical (and possibly prophylactic) antifungal agents should be carefully considered. In addition, the airborne concentrations of aspergillus spores should be monitored at frequent intervals both outside and inside the wards.
A further phase ofdemolition and construction work is due to begin shortly at our hospital. Our clinical practice has changed and aspergillus counts are now being monitored. If the counts are seen to rise patients receiving immunosuppressive therapy will be managed on an alternative site and, if appropriate, prophylactic antifungal agents will be used.
